Hypertension developed at the same rate and to the same degree in both of the hypophy¬ sectomized DCA-treated groups, apparently uninfluenced by prior adrenal insufficiency. At the twelfth week, when all DCA-treated animals were hypertensive, the steroid pellets were removed. There followed some diminution in blood pressure, but not to normotensive levels, after which the blood pressure began to rise further. On the 21st week the NaCl solution was replaced by 5 per cent sucrose in distilled water. The blood pressure continued to rise and the animals were killed on the twenty-fifth week.
At autopsy severe periarteritis nodosa of the mesentery and pancreas was noted in most of the hypertensive animals, vascular lesions in the heart and kidney were mild or absent.
It is concluded that DCA hypertension in the hypophysectomized animal is not dependent upon a prior period of adrenal insufficiency, a possibility which previous experiments had not excluded. Furthermore the hypophysectomized animal develops a true metacorticoid hyperten¬ sion independent of DCA and of NaCl supplements, and in the absence of renal vascular lesions which could be used to support the thesis that a renal mechanism is implicated. urinary expression of the increased cortisol turnover in hyperthyroidism. The plasma levels of the sulfo-conjugated 17-K. S. and the Chromatographie patterns of the urinary 17-K. S. showed that the conversion of cortisol into 1 l-oxy-17-. S. occurred and ended more rapidly in normal than in hyperthyroid subjects.
Taking into account the increased cortisol removal from the plasma in hyperthyroidism, the response to ACTH, measured by the plasma levels of the free 17-OH-C. S., was greater in hyperthyroid than in normal subjects untili the 4th hour, then declined in spite of the fact that stimulation was continued.
The plasma levels of the sulfo-conjugated 17-K. S. and the Chromatographie patterns of the urinary 17-K. S. before and under ACTH stimulation showed that the adrenal glands in hyper¬ thyroidism prevalently produced cortisol. In control conditions the A + E/11-oxy-17-K. S. ratio was decreased in comparison with the normal values. An increase of the "androsterone fraction" (A/A + X 100) was also found under the same conditions. Under ACTH stimulation the Levels of the free (F) and glucuronidated (G) 17-OH-C.S. of the arterial and venous plasma in "rapid" infusion experiments (/ig/100 ml plasma). adrenals failed to produce any androgen in hyperthyroidism and the A + E/ll-oxy-17-. S. ratio increased further.
The cortisol metabolism was found to be slower than normal in nervous anorexia: the half life of the cortisol was of about 180'.
17-OH-CS libere e glucoronidate, e de 17-KS sulfo-conjugate, le excretion urinari de 17-OH-CS 240th, 360th minutes) and "rapid" (5 mg/10', 17-OH-C.S. dosages before infusion and at the 5th, 10th, 30th minutes) i. v. infusion experiments, after an earlier phase during which the arterial plasma levels were higher than the venous levels, a later phase appeared at different times during which the venous plasma levels were higher than the arterial levels. The authors think that the inversion of the gradient probably depends upon the release of the steroids previously linked to tissue proteins. METABOLISMO 
